The autoregulation of the cerebral circulation results in a constant cerebral blood flow despite wide fluctuations in arterial pressure. At very high pressure this autoregulation is overwhelmed and cerebral blood flow increases, and at very low pressures autoregulation fails and blood flow diminishes (Strandgaard et al., 1973) . In arterial hypertension, autoregulation persists, but functions over a higher range of blood pressures than normal. In a group of severely hypertensive patients, Strandgaard et al. (1973) showed that autoregulation broke down when the mean arterial pressure fell abruptly to 120 mmHg,
Introduction
The autoregulation of the cerebral circulation results in a constant cerebral blood flow despite wide fluctuations in arterial pressure. At very high pressure this autoregulation is overwhelmed and cerebral blood flow increases, and at very low pressures autoregulation fails and blood flow diminishes (Strandgaard et al., 1973) . In arterial hypertension, autoregulation persists, but functions over a higher range of blood pressures than normal. In a group of severely hypertensive patients, Strandgaard et al. (1973) showed that autoregulation broke down when the mean arterial pressure fell abruptly to 120 mmHg, Requests (1973) found that autoregulation began to fail in their severely hypertensive subjects. As both our patients had exceptionally severe untreated hypertension, it is probable that their autoregulatory mechanisms were adjusted to function at even higher levels than the subjects of Strandgaard et al. (1973) and Finnerty et al. (1954) . We suggest that this maladjustment of autoregulation made our patients particularly liable to develop cerebral hypoxia when the blood pressure fell. Both patients developed confusion, neck stiffness and had headaches, but lumbar puncture in one and eventual autopsy in the other showed no evidence of subarachnoid haemorrhage. We attribute the confusion, coma, stiff neck and other signs to the effects of hypoxia.
Hypoxia causes cerebral oedema, and so does severe hypertension (Byrom, 1954) . Thus it seems probable that oedema was present when these patients were most ill. Dexamethasone relieves cerebral oedema from many causes, and the improvement and eventual recovery which followed its use is consistent with the hypothesis that cerebral oedema was present.
These case histories support the recommendation of Fazekas (1966) that initial treatment of severe hypertension should not bring the diastolic pressure below 1 10 mmHg, but this advice may not be cautious enough in patients with very severe longstanding hypertension, since patient 2 deteriorated despite a diastolic pressure at or above 110 mmHg for most of the first 3 days of treatment.
If neurological deterioration follows reduction of blood pressure, we strongly recommend a trial of dexamethasone to treat the cerebral oedema which is probably present. Improvement occurred within 12 hr in our patients, the drug caused no adverse effects, and was later stopped without difficulty. ALTHOUGH exposure to fire on domestic premises is increasingly hazardous because of the fumes produced by burning synthetic substances used in furnishings and other materials, one of the principal dangers to individuals trapped by fire continues to be poisoning by carbon monoxide. This case report illustrates the potentially severe nature of this variety of asphyxia. An account is given ofthe measures used in resuscitation and of the evolution of the patient's clinical condition.
Case report
The patient, a boy aged 8 years, was trapped by smoke in a house fire and subsequently rescued by firemen wearing breathing apparatus. His younger brother aged 6 years was similarly trapped and rescued but was adversely affected only to the extent of suffering fairly marked inspiratory stridor. The older boy was more seriously affected and in spite of attempted resuscitation had no spontaneous respiration on arrival at the casualty department of the Royal Liverpool Children's Hospital.
Resuscitative On the following day the child, in the twilight periods between sedation and curarization, was able to obey simple commands. Extubation was possible after 72 hr although sedation had to be continued for a further 48 hr as he became stridulous when agitated. Seven days after admission cognitive function appeared to have fully recovered, but abnormal motor function with dysarthria, athetosis predominantly of the face and upper limbs, and a spastic diplegia predominantly affecting the lower limbs was present. After 24 hr of these distressing symptoms dexamethasone therapy was instituted, and coincidentally the dyskinesia began slowly to resolve.
